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Stomachs removed from rats, orally pretreated for 30 min with either SCN-(75 mg/kg) or saline [0.9./0 (w/v) NaCl] and then orally challenged for 1 h with 100% (v/v) ethanol made acidic with concentrated HCI, were scored for severity of lesion by criteria previously reported [7] . The tissue were subsequently processed by standard histological methods.
Stomachs of rats pretreated with SCN-provided an average of 75% protection above those pretreated with saline alone when challenged with acidic ethanol. Microscopic examination revealed mucosa with slight superficial damage and mild accumulation of extracellular mucus in lumina of gastric pits in the SCN--pretreated stomachs (Fig.  I a) , whereas stomachs of animals pretreated with saline alone showed massive necrosis at the ridges of the folds with infiltration of red blood cells (Fig. 16 ). Fig. 2 shows a high degree of positive correlation (r=0.838, 1'<0.01) between the secretionof HCO; and K + into the mucosal media of isolated fundic mucosae incubated with 40 mM-SCN-.
The mechanism by which SCN-provides protection is not clear, although it is most likely related to changes in the properties of the mucosal barrier and may be reflected in the observed SCN--induced secretion of HCO,, whereas the related efflux of K + could be the result of inhibitory effect of BlOCHEMlCAL SOCIETY TRANSACTIONS SCN-on the parietal cell H+,K+-ATPase. The finding that SCN -cytoprotection occurs in the presence of exogenous acid indicates, however, that this property may be an effect unrelated to the inhibition of parietal cell acid secretion, but rather to an additional effect at another site in the gastric mucosa. This is publication no. 57 of the Department of Biological Sciences, Rutgers University, Newark, New Jersey, and we acknowledge support under P.H.S. RR 07059. We thank the Schering Corporation for support. I .
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8. Plasma cortisol levels may increase following acute [ 1 ] and chronic alcohol consumption 12, 31 in man, although other studies have found no differences 14, 51. Acute alcohol dosage increases plasma glucocorticoids in experimental animals and this appears to be important in the development of fatty liver following acute alcohol administration [6] . Chronic alcohol feeding produces fatty liver in experimental rats and this is associated with reduced lipogenesis and cholesterogenesis [7, 81 . However, the effect of chronic alcohol feeding on plasma glucocorticoids and their role in Esterificd (pmol/l) csterified Esterified (mmol/l) (mmol/l) (,uniol/l) (ng/rnl) have described previously 181. This is associated with a significant increase in plasma corticosterone, but plasma insulin levels were similar in control and alcohol-fed groups. Similar changes occur in corticostcrone and insulin levels following acute alcohol dosage [ I 11. Glucocorticoids can enhance very-low-density-lipoprotein (VLDL)-triacylglycerol secretion [ 121. However, the finding of reduced plasma and increased hepatic triacylglycerol suggests that, despite the increase in corticosterone. alcohol can inhibit VLD1;triacylglycerol secretion. This hypothesis is supported by the previously reported reduction in hepatic VLDL-triacylglycerol secretion in chronic alcohol-fed rats 1131. Also as the insulin levels were unchanged, thc reduced VLDL secretion previously observed cannot be attributed to hyperinsulinaemia.
Dexamethasone injection was associated with a reduction in plasma corticosterone and increase in insulin similar t o that described by Ardawi et ul. 1141. Dexamethasone also produced marked increases in hepatic triacylglycerol with similar levels in control and alcohol-fed animals, despite the corticosterone levels being significantly higher in the alcoholfed rats. In the non-injected alcohol-fed rats, the plasma corticosterone was not correlated with the degree of fatty liver. These observations suggest that the increase in corticosterone found in chronic alcohol-fcd rats is not directly involved in the pathogenesis of fatty liver in this model. Male Wistar rats werc pair fed ethanol or isocaloric glucose, a s 36%) energy content, for 4 wecks 141. T h e animals wcrc killed between 07.00 and 08.00 h. A 20'%, (w/v) total homogenate was prepared in sucrose (0.25 M ) containing 0.2 mM-dithiothreitol and 20 mM-Hepes (SDH buffer, pH 7.4). Total homogenate was incubated in the presence or absence of oleate (0.8 mM) at 37°C for 15 min, then centrifuged at 15 000 g. T h e pellet was resuspended in SDH buffer and the supernatant was recentrifuged at 1 0 5 0 0 0 g for 90 min at 4°C. T h e cytosol was recovered avoiding the floating lipid layer and the microsomal pellet quantitatively resuspended in SDH buffer. In the acute alcohol administration experiments, male Wistar rats were injected i.p. with ethanol (2.5 g/kg body wt.) or isocaloric glucose as a 20%) (w/v) solution in saline. PAH activity was measured as described previously Acute alcohol injection produces significant increases in PAH activity in all cellular compartments compared with 17 1. 
